In conclusion, the article by Clark et al 1 reporting on a small number of patients with PPO does not contravene the increasing recognition of Libby amphibole as a unique asbestos exposure that can result in progressive respiratory embarrassment from PT.
Methodology: Miners with PPO on CT scan (n 5 89)
were compared with a small number (n 5 16) said to show no pleural thickening (PT) and 35 showing primarily diff use PT. A publication from the Center for Asbestos-Related Disease in Libby 2 uses illustrative cases to demonstrate the atypical presentation of a great deal of PT resulting from asbestos exposure: thin lamellar thickening that is not recognized on radiographs or recognized in earlier stages on CT scan and that is more consistent with diff use than with circumscribed PT. It is likely that the small no-PT comparison group included such patients, resulting in the failure to demonstrate a diff erence. Th e group with primarily diff use PT showed values for FVC, FEV 1 , total lung capacity, and diff using capacity that were statistically signifi cantly lower than those of the small comparison group. Our study also demonstrated a statistically signifi cant reduction in total lung capacity among miners with both PP and interstitial fi brosis on HRCT scan in compar ison with miners with NCTS. Th ese fi ndings are consistent with previous reports, including 2013 publication by Miller et al , 2 which suggest that lung function decrements reported among asbestos-exposed individuals with PP on chest radiographs are caused by coexisting parenchymal fi brosis, which is not detectable by chest radiograph, and not by the PP per se. 3 , 4 Th is is the most likely explanation of the diff erence in outcomes between our study and the 1991, 2004, 2012, and 2013 studies cited by Dr Miller, all of which used chest radiograph fi ndings rather than more sensitive HRCT scan fi ndings as used in our study. As referenced in our article, it has also been reported that HRCT scan is much more sensitive than chest radiograph in detecting PP and in distinguishing PP from pleural fat deposits. In this regard, our use of HRCT scan provides a more accurate assessment of associations between radiographic fi ndings and lung function in comparison with studies that use chest radio graphs. Furthermore, no Tukey analysis was reported in any of the four cited studies, which makes it possible that the statistical analyses in these studies had had a greater type 1 error than was present in our study.
Dr Miller references a 2014 publication by Black et al , 5 which reports fi ve cases of extensive, painful, rapidly progressive pleural thickening among individuals exposed to Libby amphibole asbestos. We agree with Dr Miller that these fi ndings are consistent with diff use pleural thickening (DPT) and not with PP. In view of the exten sive nature of their DPT, it is not surprising that these individuals had restrictive impairment. Furthermore, the chest pain experienced by these individuals could also cause "splinting" of the chest wall, limit chest wall excursion, and, therefore, contribute to the observed restrictive ventilatory impairment. Unfortunately, no pleural biopsies were performed, and, therefore, no correlation between the CT scan fi ndings and the histopathologic characteristics of the painful, rapidly progressive DPT was reported. However, in comparison with these fi ve cases, none of the miners in our study with NCTS, PP only on HRCT scan, or PP with interstitial fi brosis on HRCT scan had any evidence of DPT. We can fi nd no scientifi c evidence that HRCT scan is unable to detect early, diff use, lamellar pleural thickening that is extensive enough to cause restrictive ventilatory impairment, as suggested by Dr Miller. Additionally, the case series reported by Black et al 5 is a descriptive study by design.
It is important to note that descriptive studies do not have a comparison group and are unable to assess associations. 6 Th erefore, since the results of our study are based upon a comparison of miners with isolated PPs alone on HRCT scan to miners with NCTS studies, the fi ve cases reported by Black et al 5 have no scientifi c relevance to our conclusion that asbestos-related PPs alone have no signifi cant eff ect on lung function in Libby vermiculite miners.
Dr Miller refers to a group of miners "primarily with DPT" in our study. No such group was reported in our article. Of the 35 miners in the OCTA group, most had multiple HRCT scan abnormalities, and only nine had evidence of DPT. Th e OCTA group was included to account for all miner data obtained in the study and had no bearing on our study conclusion; the number of OCTA group miners with each specifi c constellation of HRCT scan abnormalities was not reported in our article. Th erefore, Dr Miller's assertion that we had a miner group "primarily with DPT" is incorrect. In our article we refer to data in our study, as well as those in a previous study by Clin et al, 7 in which the mean percent predicted values of all reported lung function measurements for subjects with PP alone on HRCT scan were well above the lower limits of normal and, therefore, well within limits for being interpreted as normal by current American Th oracic Society/European Respiratory Society guidelines. 1 , 8 We respectfully disagree with Dr Miller's assertion that our interpretation of these data are "erroneous." In our article, we state that we are the fi rst, to our knowledge, to investigate the eff ects of PP on the lung function of Libby vermiculite miners by using HRCT scanning, plethysmography determined lung volumes, diffusing capacity of the lung for carbon monoxide, and ratios of diff using capacity of the lung for carbon monoxide, and alveolar volume. We did not state that we were the fi rst to report on diff using capac ity in asbestos-related pleural thickening, as Dr Miller implies. Although we appreciate Dr Miller's interest in our study, we must respond to these assertions by stating that they are unsubstantiated and incorrect. 
